An 18-year-old womanwith systemic lupus erythematosus developed neuropsychiatric disorders, including aseptic meningoencephalitis, organic brain syndrome and seizure. A series of computedaxial tomography scans revealed the progression of marked atrophy of the right cerebral hemisphere for a period of 3 years without occlusion or stenosis of large vessels on cerebral angiography.
been reported to occur relatively frequently as one of the most serious complications of this SLE (1, 2). However, the pathogenesis of CNSdisorders still remains unclear in contrast to lupus nephritis (1 , 2).
Although there have been some reports on the deposition of immunoglobulins and complement components in the choroid plexus and on the presence of microinfarction and vasculitis, these phenomena can not always explain the CNSdisease activity or the variability of the neuropsychiatric manifestations (1 , 2).
Regarding the diagnosis of CNS-lupus, some investigators have reported the efficacy of computed axial tomography (CAT) scans (3 , 4), and magnetic resonance imaging (5) . Thus, many patients with CNS-lupus have been reported to have cerebral atrophy as typified by sulcal enlargement with or without ventricular dilatation (3 , 4). However, it has also been reported that corticosteroids mayexacerbate the cerebral atrophy (6) . Moreover, the atrophy seen on CAT scan does not fully explain the pathophysiologic basis for the myriad of CNS manifestations, such as psychiatric disorders, organic brain syndrome and seizures (2), in SLE patients.
In the present report, we describe an SLEpatient whodeveloped organic brain syndromeand seizures. although spikes in the right hemisphere continued to appear on EEG. Although the systemic disease activity was rather well controlled with oral prednisolone 10-20 mg daily, CSF IgM and IgG indices were found to be elevated in November 1985. In February 1986, she began to compalin of mild vertigo and dizziness. At this time, spikes were not observed on EEG. In July 23, 1986, after phenobarbital was discontinued on July 10, convulsions developed. CAT scan at this time showed marked right cerebral hemiatrophy (Fig. 2a) respectively. EEG (Fig. Id) revealed predominant alpha waking activity of 9-10 Hz with occasional theta burst and reduced voltage in the right hemisphere regions. Right carotid artery angiography revealed no stenosis or occulusion (Fig. 2b) .
However, N-isopropyl 1-123 p-iodoamphetamine single photon emission computed tomography (1-123 IMP SPECT) (7) demonstrated a markedly decreased uptake of 1-123 IMP in the right frontal, temporal and parietal cortices and in the right thalarnus ( Fig. 3a) and a slightly decreased uptake in the left cerebellar hemisphere, presumably by crossed cerebellar diaschisis (remote effects of supratentorial injury) as first described by Baron et al (8) (Fig. 3b) . The 1-123 IMP SPECT performed in April 1989 showed normal cerebellar blood flow, indicating the disappearance of the crossed cerebellar diaschisis.
DISCUSSION
Our patient showed a series of neurological manifestations, including aseptic meningoencephalitis, organic brain syndrome and focal motor seizure of the Jacksonian type. Since all CSF IgM, IgA and IgG indices were elevated in 1983 when she showed organic brain syndrome and in 1986 when she was admitted to our hospital, the CNS complications were considered to be caused by active SLE (8-10). can result in cerebral atrophy by affecting neurons. Considering that cerebral atrophy was restricted to the right side in our patient, it seems unlikely that anti-neuronal antibodies or corticosteroids were responsible for the atrophy in our patient. Occlusion of the right internal carotid artery or the middle cerebral artery has been observed in SLEpatients with lupus anti-coagulant (1). Moreover, brain infarcts due to deep venous thrombosis in SLE has been reported (1 5). However, cerebral angiography revealed no occlusion or stenosis of the right internal carotid artery or the middle cerebral artery or the venous system, and lupus anti-coagulant was not demonstrated in our patient. Interestingly, 1-123 IMP SPECT showed a marked decrease in the uptake of 1-123 IMP in the right frontal, temporal and parietal cortices, indicating decreased blood flows and a decreased number of vital neurons in these areas (7) . Thus, the presence of the right cerebral hemiatrophy is considered to result in a marked decrease of 1-123 IMP uptake. The patient complained of vertigo and dizziness since January 1986, and neurological examination on admission revealed mild left cerebellar signs. The left cerebellar signs appeared to be caused by a decrease in blood flow in the left cerebellar hemisphere through the crossed cerebellar diaschisis (7, 8) as demonstrated by 1-123 IMP SPECT. The crossed cerebellar diaschisis was no longer observable in April 1989, which is consistent with previous findings that the crossed cerebellar diaschisis might occur only temporarily after damageof the contralateral cerebral hemisphere (7, 8) . In summary, we report a patient with right cerebral hemiatrophy who had a prolonged history of CNSlupus with elevated CSF Ig indices. The pathogenesis could not be explained either by the occlusion of large vessels or by the presence of lupus anticoagulant, and it is therefore postulated that in this patient, who had a history of proceeding aseptic focal meningoencephalitis, the hemiatrophy was the result of active CNSlupus. 
